Besides its tumour suppressor function, Wt1 has been shown to be an important regulator in the development of several organs including heart, kidneys and genital system. Mice having no functional Wt1 copy do not form kidneys and die, most probably due to heart failure, at mid-gestation. In the adult kidney Wt1 expression is restricted to a single cell population, the podocytes. This particular cell type forms the major part of the renal filtration barrier. Podocyte-associated defects, as observed in focal glomerulosclerosis, lead to severe kidney malfunction.
requires low levels of Hh signaling, but still fails to differentiate in Indian Hedgehog mutants. The other derives from transdifferentiating chondrocytes and requires higher levels of Hh signaling to form. This latter population develops significantly earlier in mutants with increased Hh signaling, leading to premature endochondral ossification, and also fails to differentiate in Indian Hedgehog mutants, resulting in severely delayed endochondral ossification. By contrast the number of dermal bone osteoblasts is unaltered in mutants with increased and decreased levels of Hh. Additionally, we demonstrate that the timing of first osteoclast activity positively correlates to Hh levels in both endochondral and dermal bone. Our findings, based on invivo imaging of osteoblasts, offer a possible explanation for some recently reported controversial findings regarding Hh requirements in osteogenesis, and can be integrated in a model that explains how modulated levels of Hh signaling exert a differential effect on specific subpopulations of differentiating osteoblasts. Our data suggest that Wt1 is not only essential for the development of the renal filtration apparatus, but also for its maintenance and functional integrity. 
